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Abstract

During the development of polycystic ovary syndrome, some patients will appear an increase in
blood uric acid levels than that of the normal population. As one of the characteristic factors of
metabolic syndrome, the occurrence and development of hyperuricemia is closely associated with
insulin resistance, hyperandrogenemia and hyperinsulinemia in patients with PCOS. In addition,
hyperuricemia has a series of effects on recent symptoms and long-term complications of PCOS.
Therefore, in order to reduce the complications and improve prognosis, patients with PCOS, who
are complicated by hyperuricemia, should be given good attention and symptomatic treatment.
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1. 5|

% B YN LA 4iF (Polycystic Ovarian Syndrome, PCOS) A HAURE I3 AT 99 2445 1., 1% ESHRE/ASRM £
Witrit, PCOS M52 RBFAN 20~35 BME R AL, CEAFER. NEFEEAFFE NFERK
o5 5 AT PR R B A R A A1) H Al AMRGE ) PCOS Bk R 21N B W0 & 1) 5%~10% [2], &4 4RkiE
BIRE P PCOS R AN Z NBE) 30%~40%, (5 AHEIRMEAZL 75% /A 453, B2 Wk NEE, E
PCOS &35 H & 2 BL K B b i, T v A 3R IR AR AL PR PO A0 s B LA

PCOS RINEFRMEE, SLTUEE 0 Lot WK N b, AR o I etk B & 3%
FLEANE, w514 — R 50 A 20k AR 2 EL[4]. PCOS  H 3 DR A7AE I 5% 2 AR BT M B AR 4 A 1E
(metabolic syndrome, MS)H &/t A#E. MS & — MR o W 8658, P25 R M AL AR (g BRI A QIHAE g
HCELA R g 5 ZE Pt (insulin resistance, 1R). 1R A& i i 5 28 1A 0 2H Z00F g i 14 B34/ MV I I 2% ) U
FUR T B, 5 804 3500 B R 8 327 AR T IR A AR BN, UM IR IR 2= AR AR v v ok B 3R
MAE. IR #IAA R PCOS KA KIBMEIZRENG 2 —, BB RAG MR, f§. &AL LR
M. = PRZ IMUAE (hyperuricemia, HUA)IERS AR 70 SR B0E, 2RI R & E M H G 7y -
WAk, B TRE AN AR, HERERAN T X0 B8 N 70 A 30 [ e N A s JR
22 ML P 1 SE 26 8.4%, A7 55 1:(9.9%) i T~ L P (7.0%) , 3811 (14.9%) i T 4R A (6.6%) 1 3 AT ¢ i [5] o
SRIM, TENGAREZ I, PCOS H# i IR ILIE M A 09 26 B 12 T B ABERISF 33 bL 2, R s
PREZIMRE 1) 2 e Nk, ELIPRERKSFTH s £ N s PCOS B IS4 S IR, X PCOS & & AN 19 1)
SR /N o DRI 2E 2 4 7 2 B 0 SR 4 A0 R i BRI ILAE 2 8] AR ELAE FH 6 R HEAT S S A iR

2. ZERNEEZESEEESRERMAERIRRFE
2.1. PCOS BE IMRE/KES IR BIXHR

e & Z ARG5S M RIRKT S UIAR G, AT g IE A L] 3 30m R IR IAE : O /KT R B B 3a] fie itk
FF/NVEF ) Na'-H ™58 . Na™ B2 RSO I 545 PR IR FA A sl ZE B - 38 n[6]; @ IR IRZS T, IR 5 A
o, MER AN R, RERAESHBIEIN7]: @ IRRET, WEREML AR B ACH ) 5-BEIRA%
B ST AZHE BRI IE N, SBURIREBIEZ[8]: @ IR B M R-ILE RIKR RS, AR,
I SE A PRI A B NV R, A PR IR b ek [9] (ILIAT 1)



http://creativecommons.org/licenses/by/4.0/

fhaiai, JLHE

fiEdE Na+-H+72 4t DRI ST A T

h 4

IR, b 26 M9 BRI p b o e L 1 DRIR I

A 4

A 4

5 WEFRAZME t . BERR A
TR 1

y

PRI e

PRIR 3 Wb ke

WOE T AR -ILVE Bk R AR

A 4

Figure 1. Causes of Hyperuricemia
1. S FRER I E A AL E

2.2. PCOS BE MIREG/K 5SS EREIMER KR

PCOS i i JRIR MUAE T2 15 VRS KT AR AL B DA G, ISR R ER KT AR R T B
TR RN -

MERGER 2 HUA RORIPIRIER, et Bl Ve b R 4 i) N PRIR e 12 B 1 (hUAT)JE R I, (et B T
PREGHEME,  ATITB HUA IR (RIS, MEGR T (20 I IR IR TR IR Fh 48 AR, I ELX B I HRME R TR
AP FA[10]. MEREIERERZNA RS, i PR AR P2 I 2 1 T PRI HUA 2 R UG o

HESE N2 HUA (RT3, Bl Tl hUAT 25 R 2B (2 it B /INVE T PRI R SR kb
INE PRI 53, DIINGE HUA (KR Ao [RIRR, R ICER 2 (o 40 i £ B I T PR IR ek 4 i 3 o SR 1T 51
NS, A PRI 45 R AR OB T SR A [11]

2.3. PCOS BE M RE/KF SRR R

B PCOS g B EZ —, 5 HUA XRREV], KKF[12)58 AEXT 960 il TG O ML 9 iE
PRI 37308 A XN B AT A o i 0 v R R TR R AR I O IR R 0 R B, IS IR AR R S, BMI =i
R AR T PRIR ILAE (1) fes & BMI IR 1Y) 5.38 £, MLRER7KT- 15 AEJHE 52 SB35 A0 G o 43 AT B JRE 5 e v PR IR LA
BIRLIE, BR2E RRARTE S SRS TN SR BE R R oh, I3 L8 N T 17 & AR B 0 JRBR A it 2+ IR 5]
R PR IR HEMETh B8 R PR 25K &K . Matsuura [13])ZEERT 70 IS L 5 i PRIR HUE 1) 58 RIS R I, w7
HEJRE DAL PR IR 7= Aot 22 2 = BESR B, 1 ] BB 2R A U] DA SR B HE VAN Ry R BRI IS BUfiL R BR /K-
T B 3 2 X PN T A K .

— 7T, 24 N AR T Ik B R, IR ARG B AR TR 2, IR IR 10T R ot , NADP-NADPH
IS S-BERR LB M B A% M AR B IR AT MM B R Goycidk, H Il =ER A B R IR I =R 1 %
F—J7 T, JRERHEM D) RE T B 2 B RN B 2 35T S BOE /MNE X Na i#6s AR L, JRANHRIE 2,
15 H 3L [F %08 B R B HEM R D, 18T AR e PR R IfUAE [14]

3. BRBRIIEXT PCOS BEMEREH L ENE
3.1. HUA X} IR E’\J?Zﬂrﬁj

e PR MILAE 5 1B 5 SR ARG R A M LA A T o AHORHIE ORI, HUA 212 JI B 81 26 W i i 25 I B
fIEE 2. C IR/K-F i TIEW JRIRAL, $R78 HUA B3 5 K AEm B R AT IR; HUA A . (A E 5

()
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. TG Hym T IEW KIRYL, T LDL-C R TIEW IRIRE, £W] HUA H 55 5 R AITH AT [15]

PR MLAE AN IR 5 9 S B S AE A RO 5% . HUA 7T LA N B2 s NO I8l 3804 B2 D
Wit IFRENS EARAE I T AR TR, (2 A g A B o A SO S JSE AT AL 3R, T S P BRSO R B X
R ISR R

3.2. HUA X8R IBEIR2 N0

BEIRG /2 PCOS H#H MW AREZ —, B2 HrfaH PCOS M Hin S 4473 i KU LL 4E
PCOS H# 1 2.5 15, & 2 AU XS i 4.5 £5[16]. 1MRER S MPEEE R Y], Wi Qs gt
PRI AT, P OCERRE 3-WERR H R i AR 52 i B & 1A% . PCOS R (W LR ER /K P s 22 51 ke
ERE VRS, R 2 o iE e . COREEE, IR R I BSE N, S5 =TT R
M PR, B BN R S I BORE M A s 53— 7 T, K v PR IR IfIURE P4 PRk &5 W AR AE iR
By pauffl, FEB AMMRIThAEZH, Tl RHEAH R EL[L7].

3.3. HUA X} AR i 8952

IG5 # 7E PCOS B Rk, & HIKAS M RIR IUEA 2%, TReNLH . O fRibiFes i s
AR H I = R R AR AR BRI 40 5 e T R S Ak N L Ah A 24 ATP [R5 20
JIE 0 R 2 RN R I [18] . @ s R AR AR Uit AR . 3k 22 (000 5 g 7 1R T e i IR R B MR B ik, 7 5-
Tt TR A P A Tl P A W 2 R P e 2 v, 30 3 7R R e i e A TR Tl TR S MR T Y i e v — A% ¢
R T 2 (NADPH/NADP) [ HE [F AR 1T 2% T B0m IRIR IMUAE 5 [FJBS NADPH 42 fig 17 & Bl i U5 T IR R I
T TR TP A O 3 s T e BEAR G & 3 2, 51 H i =R =[19]. © FRAKH it =5 oA Qg B i
TEPEAECE: HUA T B8 22kb 5 H il = B8 AU A S 1) A B PR A& 18, AT 512 if H il = s K P
s RER MLSE R 3-A R H Ve e Mot L R s PR PR, IR B v =8 & 3, 3177 5 BURR R0 H
W=ERKSFIR BTt RN R KT (038 = S BOIR B2 IR R vS PE BRI, H i =R sk, A e d
=l — Tt .

3.4. HUA %t CVD BY&Im

CVD {24 PCOS HIIZIIIF AohE 2 —[20], MLPRERAT BT fE H A il R rpe 7 BB, HmT R
BB T: © BN B EhRE. PRIR & I e v A= (R S B 1 1 7T K A B2 7 5K R 1 NO ., TR Bl A 1k
LA A A 1, SRS A OE SR T LT3 NO IR IS 55 S8Rk @ JREQIUE /MR, (i
MNBORE BT BRER, (REMARTE R @ MBI, (et AR B IR R A SR P e [21]: @
BEPAANE RAFFH o PRI LA HLRH B 368 Adt NP1 LA, S22 9 i AR SRR T, 6% MAPK,
R SR R SR A A T, RO A L R B 21 (MCP21), 4 A 7 & i 2 (LA 2).

3.4.1. XHLiEXMERERF N

HUA XSk REREAL B8 il — @ et AR, mIRENLEDN: © MR S 8105 IRERAE I P
EREEAR, HUA Sl DURTIEEE, SURRE AL, EEmO e W @ KRR M e 2%
FENRER A AR UL AL @ HIINSE didk: JRIR SR b SRS A AL A Qi i A7 25 A Y 2R I Y
LR, PREERIEZ MR, A REBANEZ, NS5 RAERR; @ REHRIENRIEY
Ji, JERE 2R AN 55 HOR AR AR AMA, R PERLAR ARG, Rt i RO AT AR T A, VR
R A0 D (LS P LG AR © s JRIRINAE R MS [ ZEALRE AR 7>, 5 5 e 1 o 2% AU A i i 25
BUMAEAT, RIR AT REIE I XS R ER G 1R, SUESIAKIEFERELL[22] (LA 3).
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Figure 2. Mechanism of BUA
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Figure 3. Formation of atherosclerosis
[ 3. EMBKMFERE LRI AR

3.4.2. FHAERMERFTRE

Tk R FR AN Bh Bk 5 N ik 2 TR, B BLARAE 100 pm AR 19 B 40 B K Ak B X . e PR R I E
51 AL 5 AR R IUNIRER M B« & A B PR IR IURE I R () PR ER L R T B S8 AR, S3L
W ) J3R ) AORE R ML 4523 . iR 42 DU /NS ThBERE RS R AEAERT B 8, "B/ NBRMEL )G, WS,
i 0 B Th AN 4. RULIMLSE .
3.5. HUA %} MS 895N

LRI LA B E TR MS R RN 8%~47%, 2 [F#AE PCOS {4 2~3 £5[23], H.BE# PCOS
BE MR KT TS, RAEREZETE[24]. FN, &RRIEEN MS FEZARS S, SHEGR
HoWR R T0%Y), FE54E500MERRGRRZEREEZE. Sk, 2 B0 R & H il = B8 0UE
JIE PR 5 R AR DTS A Bk . Nakagawa 25 [ 25381 sh ) S2 30 360, 24K R TS R AKCETHE i, &l
U, e IR A T = eSS MS R
3.6. HUA X} BB RO &2 i

PCOS &5 3 FH < g 15973 1) R0 S A BT n, - Je 2 M B Ak i i [26]. FA7E 19 thad, sth
N PR RIS 2 2 IR 3E g« FE RS v RE M AR [27] . )5 BAREEFT 5¢ T i PR IR ILIE 5 IR 5% &R 1
SEIG ML, {H Petersson 25 [28] 48 ik I PR AL £ F 01 H v PR IR 5 30 M B I EUAE R AT B8 K AH S T O 55

()
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Kolonel Z5[29]HH 4% H 7 7 bR BR IMUAE 1 25008 W] fE % Alexander Z2[30]#E 42, HUA 835 BURE 5 (1R 4
R — ORI B FALREN 1.4 5. B, NSRS R E . RIERIVER /N AR L]
WA RIS A, (R S WS, AT ARRE R, OGRS T ROk, . 4B R
T P85 Ay FE 11

4. ING

LZ LT, PCOS & — Ml B A BN 0 b5, T et PR IR ILE 5 2 38 O SR ZR 45 ik A8 AR &% AR
FOm T RAE Z [AAFAE AR LB VIR AR, e R AR R AR B FH MR — R A Z . R
WA AL It 7E 2 JEON IR AR BE RN REAR T, NAZE VIR A To e PR IER IMUAE )
—HRIL, BT R EN, BURAIEA R, SCEBREEIRT, X4 PCOS KA TT MR AR S T I+ A
SE LA 4 1) P PR S

B W

R B R R R K B — M R R Bt A 2 WA R VLR A8 B A G 5 HLA A Lo P HE AR AR R Y
RN B R A A B
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